[Copper-zinc superoxide dismutase activity in platelets in patients with depressive disorder treated by fluoxetine--preliminary study].
Depressive disorder is still a rising and important clinical problem in the modern world. It resulted in a large variety of studies that target to determine molecular and neurochemical effects being a background of depression. The last decade studies paid attention to the theory different than momoaminergic hypothesis. The apoptosis is a cause of limbic system neuronal cells defect in patients suffering from depression. The well-known molecular mechanism protecting against apoptosis is the antioxidant system existing inside and outside of cells. The key role of this system in CNS is played by CuZnSOD which has its highest concentration in large pyramidal neurons of the hippocampus and in the neocortex. These are regions of the brain involved in the patophysiology of depression. The aim considering CuZnSOD participation in the neuroprotective mechanism and occurrence of neurodegenerative changes. We would like to answer some questions: Is the activity of CuZnSOD different in patients than in the healthy control group? Is the activity of CuZnSOD changing as a result of fluoxetin treatment? The study comprised of 32 persons treated due to depressive disorders. The control group consisted of 20 people. The activity of CuZnSOD was measured by Misra and Fridovich's method. The activity of CuZnSOD in the platelets is the same as in the control group. The activity of CuZnSOD is higher in patient treated by fluoxetin.